coincided with a marked remission in physical and mental symptoms, whilst arsenical therapy appeared to precipitate the terminal exacerbation of symptoms.
CASE HISTORY. C. Hâ€", a man born in Â ¶892,had a medical history of chronic catarrh of the upper respiratory tract, development of deafness in the left ear in 1937, and jaundice in Â ¶940. It is not certain whether or not sulpha drugs were given for any of these conditions. During 1944, in his 51st year, he began to experience occasional attacks of stabbing pain in the left side of his face, accompanied by pyrexia.
in February, Â ¶946, he developed an atypical left trigeminal neuralgia after an attack of influenza with pyrexia.
This was relieved by injection of the Gasserian ganglion with alcohol, but was soon followed by a new set of symptoms.
He developed an intermittent temperature of up to 1000 F., with stabbing pains in the back of the neck followed some weeks later, in early March, 1946, by vomiting and giddiness. He was examined by a neurologist, who found rotary nystagmus on looking to the right and analgesia over the first and second divisions of the left fifth cranial nerve. The C.S.F. showed i io cells per c.mm. (polymorphs 24 per cent., lymphocytes 76 per cent.) and 8o mgm. of protein per ioo c.c. There was inability to distinguish heat and cold over the skin of the right leg with a relative analgesia and anaesthesia belowthelevel oftheninthdorsal segmenton theright side. producing pyrexias in the earlier stages up to 103Â°F. By the end of this period the patient's mental condition showed a definite improvement; he was cleaner in his habits, had greater emotional control and, although ataxic, was up and about, fully dressed, and enjoyed the radio and reading.
He was orientated for time and place, recognized and conversed with his relations and made enquiries about their welfare.
A further C.S.F. examination revealed that the cells had dropped to 3 lymphocytes per c.mm.. the total protein to 40 mgm. per ioo c.c. and the Lange curve to oooooooooo.
The duration of this period of improvement was about five weeks.
On 2 June, 1947, his treatment was changed, after eight days interval, to bi weekly injections of neo-arsphenamine.
This was done because T.A.B. vaccine was now failing to produce any appreciable pyrexia. Three weeks later he developed an itchy urticarial rash on both arms. This coincided with the beginning of rapid general physical and mental relapse and progressive deterioration. After two weeks' respite all injections were stopped on 4 July, 1947. By that date the total protein in his C.S.F. had risen to 90 mgm. per ioo c.c., the colloidal gold test was still entirely negative, and his condition was becoming extremely grave.
On which his home doctor considered were due to sudden obliteration of large cerebral arteries.
PATHOLOGICAL REPORT.
At autopsy no abnormality, and in particular no infarct, was observed in any of the general organs or in the uncut brain and spinal cord, but examination after fixation revealed small nodules, just visible to the naked eye. along the course of several medium-sized arteries, particularly the anterior spinal artery. Only the brain, spinal cord, pituitary and spleen were preserved for further investigation.
Coronal sectioning of the brain showed both lateral ventricles slightly dilated and cystic softening in the anterior limb and genu of each internal capsule (Fig. x) . There was no evidence of petechial, or larger, haemorrhages.
[ 
DISCUSSION.
There would seem no reasonable doubt that the condition is one of uncom plicated periarteritis nodosa.
The primary (arterial) and secondary (infarctual) pathological appearances are typical of periarteritis nodosa in every detail (Kernohan and Woltman, 1938 ; Malamud and Foster, I@2 ; Miller and Daley, iÃ §@6). Syphilis and tuberculosis can be excluded on serological and bacterio logical as well as histological grounds. Thromboangeitis obliterans affecting the brain (Davis and Perret, 1946/7 ) cannot be confused pathologically, although it may produce a similar mental picture (Perk, i947). @Temporal arteritis appears to be confined to individuals over the age of 55, has a good prognosis apart from its effects on vision, and is generally characterized by multinuclear giant cells within the necrotic media (Cooke et al., iÃ §@6; â€˜¿ Crosby and Wads worth, i@8 ; Miller, iÃ §@@). On the clinical side, the initial symptoms, the fluctuating location of lesions, their remittances, the mild pyrexia especially during exacerbations, and the over-all gradual deterioration, are typical general features of periarteritis nodosa. There were, however, no manifestations related to the organs most commonly affected by the disease; no â€oe¿ nephritic syndrome,â€• no tachycardia disproportionate to temperature, no polymorphic leucocytosis or eosinophilia, no skin or muscle nodules.
This accords with the macroscopic autopsy findings. A persistent low luetic form of Lange colloidal gold curve in the C.S.F., in the absence of any other serological reaction related to syphilis, was recorded in the personal case described by Malamud and Foster; persistent high total protein and lymphocyte cell-count in the C.S.F. had previously been com mented upon in the literature. Involvement of the central nervous system, previously variously estimated to have occurred in from 8 per cent. to 20 per cent. of cases of periarteritis nodosa described in the literature, was found early in the symptomatology in 7 of i6 fatal cases investigated by Parker and Kernohan (r@). Four of these seven had cerebral involvement; two had been diagnosed as cases of multiple cerebral abscess, one as a rapidly growing glioma and the fourth as a case of cerebral arteriosclerosis.
The aetiology of periarteritis nodosa was for long obscure.
Kernohan and Woltman and Malamud and Foster emphasized the inflammatory appearances of arterial lesions.
Considerable experimental evidence has been accumulated since the pioneering work of Rich and Gregory (I@2) to indicate that allergy plays a big part in the aetiology.
Owing to the frequency with which specific bacterial infections, as well as nonspecific minor respiratory infections, ante cede the illness, the antigen has been suspected to be bacterial in origin. Miller and Daley, however, after a well balanced review of the clinical and experi mental evidence, like many other recent investigators, favour the view that the condition represents a non-specific hypersensitive reaction of anaphylactic type to a variety of antigens.
They consider that there is much evidence that the changes in the blood vessels differ only in degree from the less severe acute arteritis seen in acute rheumatism. to the patient before the onset of his neurological illness is not known, but certainly the neo-arsphenamine injections i8 months later seemed to accelerate his physical and mental deterioration. The writers can find no record that pyrexial therapy has ever before been reported to appear to benefit periarteritis nodosa of the central nervous system.
SUMMARY.
The clinical and pathological findings are described in a fatal case of pen arteritis nodosa confined largely to the central nervous system and associated throughout the last year of life with conspicuous mental symptoms. The diffuse, variable, intermitting, almost purely neurological signs and symptoms defied correct clinical diagnosis throughout an illness of two years' duration. The cerebrospinal fluid displayed an abnormal amount of total proteins, increased lymphocytes and a low luetic type of colloidal gold curve. A striking remission in the physical, serological and mental state of the patient coincided with a two months' course of pyretotherapy by means of T.A.B. vaccine, whereas a very sudden relapse and progressive deterioration coincided with the occur rence of urticaria during a course of injections of neo-arsphenamine.
